Drugs of abuse cause long-lasting changes in the brain that underlie the behavioral abnormalities associated with drug addiction. Similarly, experience can induce memory formation by causing stable changes in the brain. Over the past decade, the molecular and cellular pathways of drug addiction, on the one hand, and of learning and memory, on the other, have converged. Learning and memory and drug addiction are modulated by the same neurotrophic factors, share certain intracellular signaling cascades, and depend on activation of the transcription factor CREB. They are associated with similar adaptations in neuronal morphology, and both are accompanied by alterations in synaptic plasticity (e.g., long-term potentiation, longterm depression) at particular glutamatergic synapses in the brain. There has also been recent convergence in the brain regions now considered important sites for molecular and cellular plasticity underlying addiction and memory. Complex circuits involving the hippocampus, cerebral cortex, ventral and dorsal striatum, and amygdala are implicated both in addiction and in learning and memory. The complexity of the plasticity that occurs in these circuits can be illustrated by CREB, which induces very different behavioral effects in these various brain regions. A better understanding of the molecular and cellular adaptations that occur in these neural circuits may lead to novel interventions to improve memory and combat addiction in humans. ᭧ 2002 Elsevier Science (USA) Research into the neurobiology of drug addiction and the neurobiology of learning and memory face an equivalent task: to understand how an environmental stimulus produces stable changes in the brain that underlie the stable behavioral changes that define addiction or memory. The first step in this process is to understand how the stimulus, upon initial presentation, produces its immediate effects by influencing transmission at particular synapses in the brain. The second step is to identify changes that repeated presentation of the stimulus causes in particular nerve cell types within the brain. The third and ultimate
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